S quamous cell carcinomas (SCCs) and esophageal adenocarcinomas (EACs) account for the majority of esophageal cancers. The precursor lesions are squamous dysplasia and Barrett's esophagus (BE), respectively. The occurrence of synchronous or metachronous esophageal cancers or dysplasia of different histologic types in a single patient is extremely rare. In this case series, we describe 8 patients with BE or EAC who also had or developed squamous dysplasia or SCC.
S quamous cell carcinomas (SCCs) and esophageal adenocarcinomas (EACs) account for the majority of esophageal cancers. The precursor lesions are squamous dysplasia and Barrett's esophagus (BE), respectively. The occurrence of synchronous or metachronous esophageal cancers or dysplasia of different histologic types in a single patient is extremely rare. In this case series, we describe 8 patients with BE or EAC who also had or developed squamous dysplasia or SCC.
Among the 8 patients, 2 patients had a simultaneous occurrence of SCC and EAC: 1 patient had a collision tumor (histologically distinct tumors with separate sites of origin growing into each other) and the other patient had SCC and EAC in 2 distinct sites in the esophagus. Two patients were found to have SCC simultaneously with BE. Another 2 patients developed SCC after endoscopic ablation therapy for BE with high-grade dysplasia (HGD). One patient developed EAC after chemoradiation for SCC and 1 patient had BE with HGD and simultaneous squamous dysplasia. Demographic features and the clinical courses of these 8 patients are presented in Table 1 .
A review of recent literature showed a few cases of synchronous SCC and EAC. [1] [2] [3] There were 2 cases from Japan, 1 was a 77-year-old man with a long history of smoking and alcohol consumption but without a history of gastroesophageal reflux disease, and the other was a similar case of a 67-year-old man. One case report from Iran described a 58-year-old woman with long-standing gastroesophageal reflux disease but without any history of smoking or alcohol consumption. In this case, nutritional factors and genetic susceptibility were suspected to be the etiologic factors. There also were 4 cases of SCC that developed after endoscopic eradication therapy for BE with HGD. [4] [5] [6] One patient had BE with HGD treated with photodynamic therapy and cryotherapy and was found to have SCC at the esophagogastric junction during surveillance endoscopy after 4 years. The other patient presented with SCC during surveillance after radiofrequency ablation for BE with HGD after 2 years. Two patients presented with SCC after 6 and 36 months, respectively, after endoscopic mucosal resection of BE with HGD.
The occurrence of dual cancers is a rare phenomenon and perhaps may be owing to varied etiologies. Both SCC and EAC share risk factors such as male sex, old age, and smoking. In 1953, Slaughter et al 7 put forward the hypothesis of field cancerization in which the carcinogenic effects of alcohol and tobacco simultaneously may affect squamous epithelium of the oropharynx and aerodigestive tract and may stimulate multifocal malignancies. Another possibility may be that the SCC arose from islets of squamous epithelium frequently observed in BE segments. Reports of SCC developing after ablation of BE may have resulted from thermal injury from radiofrequency ablation itself or postablation somatic mutations. 8 Another explanation is that there is a common progenitor for squamous and columnar epithelium and therefore eradication of BE may stimulate proliferation of the squamous clone, resulting in the second type of dysplasia/cancer developing at the same site. 5 Because radiation therapy for previous cancer also predisposes the patient to the development of a second esophageal cancer, this may explain the development of EAC after chemoradiation for SCC in 1 of the 8 patients.
In summary, synchronous or metachronous occurrence of distinct histologic types of esophageal cancer is rare and endoscopists need to be aware of this possibility.
